INTRODUCTION
============

Crohn\'s disease (CD) can be considered as a systemic disease because such diseases are often associated with extraintestinal manifestations and can involve nearly any organ system including the musculoskeletal, dermatologic, hepatopancreatobiliary, ocular, metabolic, renal, vascular, and neurologic systems.[@B1] Patients with CD have a three-fold increased risk of venous thromboembolim.[@B2] The condition usually occurs in active inflammatory diseases.[@B2] Peripheral neuropathy is an uncommon late complication of CD and often develops after exposure to metronidazole, although it does occur without metronidazole exposure. Peripheral neuropathy without drug exposure is known to be associated with CD activity and usually causes complications later in the disease process. Here, we report a patient who was initially diagnosed with CD complicated by deep vein thromobosis (DVT) and ulnar neuropathy without metronidazole exposed. To our knowledge, this occurrence has never been reported in the English literature.

CASE REPORT
===========

A 35-year-old male patient visited emergency department, complaining of hematochezia with diarrhea for 2 days and a weight loss of more than 5 kg over the previous 3 months. Before he visited our hospital, he was managed intermittently in other hospital due to right calf pain for the past 4 months. On physical examination, he looked pale and skin rash was found on right calf. Left forearm paresthesia was noted on neurologic examination. He denied smoking and has been worked as an office manager. We could not find any risk factors for DVT on his past medial history. Colonoscopic examination showed multiple ulcerations near the ileocecal valve, which was compatible with CD ([Fig. 1](#F1){ref-type="fig"}). Histologic examination revealed granuloma. The CD activity index was 191 at initial diagnosis.

On admission, physical examination revealed moderate right calf erythema, tenderness, and positive Homan\'s sign. Lower extremity computed-tomography angiogram confirmed the presence of DVT ([Fig. 2](#F2){ref-type="fig"}). Laboratory tests were unremarkable except for decreased hemoglobin (12.1 g/dL) and elevated C-reactive protein (47.96 mg/L). The tests for hypercoagulable states including cardiolipin immunoglobulin G/immunoglobulin M, lupus anticoagulant, β2-glycoprotein I antibody, plasminogen activator inhibin, thrombin time, antithrombin III, factor V/VIII, factor V Leiden, and homocysteine were within the normal range.

Sensory nerve conduction examination of the left ulnar nerve showed low sensory nerve action potential, which was compatible with ulnar nerve mononeuropathy ([Fig. 3](#F3){ref-type="fig"}).

Mesalamine and folic acid treatment was initiated and warfarin was administered after heparinization. Rehabilitational support for ulnar nerve mononeuropathy was also initiated. Left forearm paresthesia has been disappeared with the improvement of CD activity index down to 36. The patient\'s condition improved and was discharged 2 months later.

DISCUSSION
==========

A large cohort study showed that the overall incidence of thromboembolic events is 6.15% in inflammatory bowel disease (IBD) patients.[@B2] Systemic thromboembolic events occur in both venous and arterial circulation.[@B3] DVT and pulmonary embolism are the most common types of thromboembolic events in IBD.[@B2] Although the contribution of thrombophilic disorders such as factor V Leiden, prothrombin gene mutations and hyperhomocysteinemia have been discussed, no consistent unifying etiology has been determined.[@B4],[@B5] It is also plausible that decreased mobility in CD patients is associated with increased risk of DVT.[@B6]

It has been suggested that activation of the coagulation cascade is more pronounced when the disease is active in IBD.[@B7] Persistent inflammatory changes can induce coagulopathy and DVT development in CD is usually delayed. In one report, the median duration of IBD at the time of the first thromboembolic event was 5 years.[@B2] In our case, however, the patient initially presented with DVT. Considering the role of increased coagulation in IBD\'s pathogenesis,[@B8] this case suggests that DVT might not be a consequence of long-term progression of CD, but aggressive inflammatory changes in CD within a short time also contributes to the development of DVT.

There are increasing evidences that IBD may manifest in the nervous system.[@B9]-[@B11] Peripheral neuropathy is one of the most frequently reported neurological complications, and several different peripheral neuropathy have been described in IBD patients.[@B12] Medical treatment with metronidazole or vitamin deficiencies caused by malabsorption have been thought to be responsible for peripheral neuropathy, because the condition usually occurs several years after the initial disease presentation. In one study, most of the peripheral neuropathy symptoms began 11.8 years after CD onset.[@B11] However, our case presented with peripheral neuropathy initially without exposure to metronidazole.

In conclusion, DVT and peripheral neuropathy could occur as initial presentations of CD. When thromboembolic events and peripheral neuropathy are suspected in CD, proper management including anticoagulation should be initiated immediately to prevent possible lethal complication.
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![Initial colonoscopy. Ulceration and deformity are noted at the ileocecal valve.](gnl-7-252-g001){#F1}

![Computed tomography angiogram of the right lower extremity. A dark filling defect (arrowhead) is visible in the right popliteal vein, which is consistent with deep vein thrombosis.](gnl-7-252-g002){#F2}

![Sensory nerve conduction study of the left ulnar nerve. Low sensory-nerve action potential is evident over the finger-wrist segment of the left ulnar nerve.](gnl-7-252-g003){#F3}
